has shown that at most sites the tumours tend to fall into 2 groups, a near-diploid group, often in the majority, and a group centred in the hypertriploid or hypotetraploid region. Chromosome counts usually reveal that a substantial proportion of tumours in the near-diploid group are hypodiploid. However, tumours of the testis were noteworthy in that most tumours had modes in the hypotriploid region or above, and there was a deficiency of tumours at or below the diploid level. The purpose of this communication is to summarize and discuss the available data on the modal chromosome numbers and DNA values of seminomata and malignant teratomata of the testis.
A RECENT review of modal chromosome numbers and DNA values of malignant tumours in man (Atkin, 1973a) has shown that at most sites the tumours tend to fall into 2 groups, a near-diploid group, often in the majority, and a group centred in the hypertriploid or hypotetraploid region. Chromosome counts usually reveal that a substantial proportion of tumours in the near-diploid group are hypodiploid. However, tumours of the testis were noteworthy in that most tumours had modes in the hypotriploid region or above, and there was a deficiency of tumours at or below the diploid level. The purpose of this communication is to summarize and discuss the available data on the modal chromosome numbers and DNA values of seminomata and malignant teratomata of the testis.
RESULTS AND COMMENT
Data from other laboratories and previously published data from this laboratory on chromosome numbers are shown in Table I , and new data from this laboratory, mainly in the form of Feulgen-DNA measurements, in Table II (equiva-19 lent modal chromosome numbers have been estimated from the DNA contents of interphase cells as previously described (Atkin, Mattinson and Baker, 1966) ; the measurements were made on smears or, where indicated, on 50 ,am Feulgen-stained sections (Atkin, 1971b) ).
Altogether, 103 tumours (49 seminomata, 43 teratomata and 11 combined teratomata and seminomata) have been studied. Although the data on teratomata in Table II .)
The 2 seminomata which were reported to have modal chromosome numbers of 46 (Table I ) include a secondary seminoma described by Martineau (1968 Martineau ( , 1969 (Martineau, personal communication) . In the primary seminoma described by Miles (1967) (Mitelman et al., 1972) . As pointed out by Martineau (1969) , seminomata tend to have higher chromosome numbers than teratomata. It can be seen from Tables I and II that very few of the seminomata have modes of less than 60 and that while the maximum concentration is in the range of [60] [61] [62] [63] [64] [65] [66] [67] [68] [69] there is an appreciable number with higher modes. Among malignant teratomata, however, modes of 50-59 and, slightly less frequently, 60-69 are common and only a few tumours have higher modes.
The chromosome complements of tumours are probably the outcome of a series of events (Atkin, 1973a) . Chromosome numbers in the triploid region may be achieved by repeated non-disjunctions. Alternatively, they might be achieved by a combination of a complete doubling of the complement by endoreduplication (or some other mechanism which results in polyploidization) and chromosomal loss, not necessarily in that order. One possibility is that testicular tumours, which are often near-triploid, in fact commonly arise from triploid rather than diploid (or haploid?) cells. Such might be the case were the tumours to arise from chromosomally abnormal, triploid, twins. The view that teratomata, in particular, may represent (or arise from) included or suppressed twins has long been held although it would appear to have fallen out of favour (Pugh and Smith, 1964) .
Near-triploid complements might also result from a process of " triploidization " involving duplication of a haploid or nearhaploid set in a diploid or near-diploid cell (Atkin, 1973a) ; that such a process can occur is suggested by the occurrence of sporadic triploid cells in cultures of normal lymphocytes and fibroblasts (Pawlowitzki and Cenani, 1967) and the finding of a near-triploid cell, which could have arisen from a pseudodiploid cell by duplication of a haploid set, in a patient with chronic myeloid leukaemia and lymphadenopathy (de Nava et al., 1969 The present findings do not throw any obvious light on the problem of the presence of sex chromatin in many testicular teratomata (seminomata, on the other hand, uniformly lack sex chromatin). As might be expected from their raised chromosome numbers, testicular teratomata occasionally show double sex chromatin (Table II) . Y bodies were seen in most teratomata and seminomata, but whereas they were usually single in teratomata and combined teratomata and seminomata, double bodies were seen in most seminomata (Table II; Atkin, 1973b) .
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